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organised.  Systemic emboli can result from
mural thrombosis, but are not very common.

(d)  Venous thrombosis. Presumably because
of reduced blood flow, systemic venous throm-
bosis is an important complication of myocard-
ial infarction and tends to occur especially in
the veins of the legs (p. 241). Detachment of
such thrombus is common and consequently
pulmonary  embolism  is  not  infrequently   a
cause of death in myocardial infarction.

(e)  Rupture of the left ventricle due to myo-
cardial softening (myomalacia cordis) causes 10
per cent of deaths occuring soon after myocard-
ial infarction.  It generally occurs within  14
days after infarction, when autolysis of the in-
farct is active, and especially when leukocytic
invasion is marked and repair has not started.
Rupture leads to sudden death from massive
haemopericardium. When the interventricular
septum is involved in infarction it may rupture,
leading to sudden onset of severe cardiac fail-
ure and a loud heart murmur. Rupture of an
infarcted papillary muscle in the left ventricle
may also occur, leading to incompetence of the
mitral valve, with a loud murmur and intract-
able pulmonary oedema. Persistence of hyper-
tension and of physical activity after infarction
predispose to cardiac rupture.

(f)  Cardiac aneurysm. Occasionally the fib-
rosed wall of a healed infarct of the left ven-
tricle may stretch to form a cardiac aneurysm.
As with other aneurysms, laminated thrombus
tends to form in the cavity (Fig. 15.13).

(g)   Angina pectoris. Whenever myocardial
infarction has occurred, the adjacent myocard-
ium, although not infarcted, is likely to be is-
chaemic (and is presumably the source of the
prolonged pain associated with infarction). As
anastomotic channels dilate and enlarge, the
blood supply to such areas of partial ischaemia
will improve. However, in some patients angina
pectoris dates from a myocardial infarction,
and it is apparent that thrombosis of a major
coronary vessel may render areas of myocard-
ium chronically ischaemic. In some instances,
angina is cured by myocardial infarction, pre-
sumably because an area of myocardium which
was previously chronically ischaemic has been
included in the infarct and destroyed,

(h) Recurrence of infarction. Because ather-
oma is generally extensive, individuals who
have had a myocardial infarct are prone to re-
currence.

Fig. 15.13 Aneurysm of the left ventricle following
ischaemic myocardial fibrosis. Much of the anterior
wall (left) of the ventricle has been replaced by
fibrous tissue, which has stretched to form an
aneurysm, now largely filled with laminated
thrombus, x 0-7.

Other effects of ischaemic heart
disease

Ischaemic heart disease is the usual cause of
sudden death. There may be a history of angina,
previous infarction, evidence of chronic heart
failure, or chest pain immediately before death,
but sometimes there have been no warning
symptoms. At necropsy, there is usually severe
coronary atheroma, with or without old organ-
ised thrombotic occlusions. In approximately
half of these cases, there is a recent occlusive
thrombus or a ruptured atheromatous plaque
which has apparently caused death before there
has been time for the morphological changes of
infarction to develop. The occasional un-
expected deaths which have occurred during
ECG recording suggest that ventricular fibrilla-
tion is the usual cause.

Ischaemic heart disease is also the most im-
portant cause of chronic heart failure and of
cardiac arrhythmias, whether or not there has
been previous myocardial infarction.